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and now! 


from the laboratories of Revlon Pharmacal: 


MEDICATED 


Baby Silicare Lotion 


for the prevention of 
“Diaper Rash” and Dermatoses in infants 


Medicated Baby Silicare Lotion has proved its efficacy 
in preventing cases of “diaper rash”, intertrigo, 
napkin area erythema with mild papulo-vesicular eruptions, 


atopic eczema, contact dermatitis and bed sores. 


In 577 cases* of newborns and infants up to 

eighteen months, Medicated Baby Silicare Lotion 

was used with excellent results. Through the many tests 

in institutions and at home it provided the desired protection 
and comfort in 96.5% of the cases under observation. 


Medicated Baby Silicare Lotion is so gentle that it is used 
almost from the moment of birth as a cleansing and 
protective lotion. Mothers and nurses like its pleasant 
“feel”; it is cosmetically acceptable. 

Since napkin dermatitis (“diaper rash”) together with 
other types of dermatoses have been a problem to infants, 
mothers, and physicians for generations, Revlon developed 
Medicated Baby Silicare Lotion to thoroughly cleanse and 
protect the infant's skin. It is a prophylactic agent 
combining the moisture-repelling and bactericidal qualities 
so essential in prevention of dermatological conditions. 


Baby Silicare is a combination 
of dimethylpolysiloxane (silicone) | 
and hexachlorophene in an 

ethanolamine stearate lotion. 


IARMACAL DIVISION 
745 Fifth Ave., New York, N.Y. 
* Archives of Pediatrics 73:4 April 1956. 


REVLON PHARMACAL DIV., DEPT. APIO 
745 Fifth Ave., New York 22, N. Y. 


Please send me a reprint of the article and a profes- 
sional package of Medicated Baby Silicare Lotion. 
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the epileptic to himself \ 


MET IN” 
Kapseals® and Suspension 


for patients with petit mal epilepsy 

A drug of choice in initiating treatment and, after five years of study, found least toxic of all effective drugs.’ 
Often effective in patients refractory to other therapy ...and often of definite value in some patients with psy- 
chomotor epilepsy. 

MILONTIN Kapseals, 0.5 Gm., bottles of 100 and 1,000; also available as MILONTIN Suspension (250 mg. per 4 cc.) in 16-ounce bottles. 


DILANTIN SODIUM 
(dtpnenythydantoin sodtum, Parke-Davis) 


for patients with grand mal and psychomotor seizures 

Alone or in combination, DILANTIN continues as an anticonvulsant of choice . .. with time-tested advantages 
of greater safety and lack of hypnotic activity.” 

DILANTIN Sodium is supplied in a variety of forms — including Kapseals of 0.03 Gm. (%4 gr.) and 0.1 Gm. (1% gr.), bottles of 100 and 1,000. 
For patients with mixed grand mal—petit mal epilepsy, MILONTIN may be used in combination with DILANTIN 
Sodium or with DILANTIN Sodium with Phenobarbital. 


(1) Zimmerman, F T.: New York J. Med. 55:2338, 1955. (2) Drake, F R.: Am. J. M. Se. 230:98, 1955. (3) Levy, L., & Shanbrom, E.: Arch. 
Int. Med. 97:599, 1956. 
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Innocent Systolic Murmurs in Childhood 


A gentle laxative modifier of milk. One or 
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in water for breast fed babies — produce 

marked change in stool. Send for samples. 
BORCHERDT MALT EXTRACT CO. 
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ELIXIR BROMAURATE 


GIVES EXCELLENT RESULTS 


Cuts short the period of illness and relieves the 
distressing spasmodic cough. Also valuable in 
Bronchitis and Bronchial Asthma. 
In four-ounce original bottles. A teaspoonful every 
3 to 4 hours. 

Extensively Used in Pediatric Practice. 
GOLD PHARMACAL CO. NEW YORK CITY 
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a new certainty 


in antibiotic therapy, 
particularly for 

the 90% of patients 
treated at home 

and in the office 


Superior control of infectious dis- 
eases through superior control of 
the changing microbial population 
is now available in a new formu- 
lation of tetracycline, outstanding 
broad-spectrum antibiotic, with 
oleandomycin, Pfizer-discovered 
new antimicrobial agent which 
controls resistant strains. The syn- 
ergistic combination now brings to 
antibiotic therapy: (1) a new fuller 
antimicrobial spectrum which in- 
cludes even “resistant” staphylo- 
cocci; (2) new superior protection 
against emergence of new resist- 
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superior control 

of infectious disease through 
superior control of the 
changing microbial population 


JOMYCIN TETRACYCLINE 


A synergistically strengthened multi-spectrum antibiotic 


Sigmamycin is a new antibiotic formula- 
tion providing: (1) the unsurpassed broad- 
spectrum activity of tetracycline, the 
outstanding broad-spectrum antibiotic 
discovered and identified by Pfizer; (2) the 
action of oleandomycin, the new antimi- 
crobial agent which combats those strains, 
particularly among staphylococci, now re- 
sistant to tetracycline and other antibiotics. 


Sigmamycin embodies a new concept in 
the use of antibiotics, for with this new 
synergistically active preparation, the 
development of refractory pathogens and 
their emergence as important sources of 
superinfection are more fully controlled. 


New superior safety and toleration— 
Sigmamycin brings to antibiotic therapy 
new superior safety, new unexcelled tol- 
eration because: (1) tetracycline, an out- 
standingly well-tolerated antibiotic, is 
formulated with oleandomycin, also 
known to be remarkably free of adverse 
reactions; (2) the synergism between 
oleandomycin and tetracycline enhances 
antimicrobial potency. 


Dosage: 1 to 2 capsules q.i.d. 
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cin 83 mg., tetracycline 167 mg.) Bottles 


of 16 and 100. 
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other infectious diseases com- 
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MONGOLISM* 
A CoMPREHENSIVE REVIEW 


CLeMENS E. Benpa, M.D.** 
Waverley, Mass. 


The resemblance of children with mongolism has been recog- 
nized by all investigators ever since J. Langdon Down", who intro- 
duced mongolism as a morbid entity in 1866, stated: “when placed 
side by side it is difficult to believe that the specimens compared 
are not children of the same parents.” 

It cannot be denied that these children have something in com- 
mon, something so characteristic that any physician — no matter 
how limited his experience in this field — is able to make the diag- 
nosis almost immediately. Nevertheless, the expert who deals with 
many hundreds of these children and is thoroughly familiar with 
their different appearances will eventually be puzzled by their stri..- 
ing dissimilarity. Thus, the reminder to physicians of this dis- 
similarity by Abraham Levinson, Abraham Friedman, and Fred- 
erick Stamps* was very welcome. 

The expert is so familiar with the variations in mongolism that 
the question often comes up at discussions and meetings: What is 
the common denominator in this condition that actually establishes 
the diagnosis? Among the older pediatricians, the opinion was 
often expressed that a child is or is not a mongoloid, and there are 
no transitional states or borderline conditions. The present investi- 
gator cannot agree with this statement. In a large clinic, one occa- 
sionally sees a case where the decision, whether or not a child 


*Revised paper read before the Detroit Convention of the American Association on 


Mental Deficiency, May . 
**Director of Research and Pevchiow7. W. E. Fernald State School, Waverley, 
Massachusetts; Instructor in Psychiatry, Harvard Medical School; Lecturer in Pediatrics, 


Tufts Medical School. 
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should be classified as a mongoloid, remains arbitrary. Moreover, 
two recent cases of so-called “mongolism” in children with normal 
intelligence make it imperative to call attention to the problem. 
What constitutes the diagnosis of mongolism? What is mongolism ? 

There is no doubt that mongolism is a prenatal developmental 
disorder because it is present at birth and the condition cannot 
develop after the child is born. The discrepancies in the under- 
standing of mongolism among different investigators may be due 
to the fact that observations are based on examination of children 
at different age levels when the mongoloid reveals very different 
patterns. In order to understand mongolism, one should give care- 
ful attention to the mongoloid newborn, and then study the mon- 
goloid child at certain age levels. 

What is the mongoloid child at birth? On what symptoms can 
a definite diagnosis be established? It may be stated, at the begin- 
ning, that the old-established “characteristics” of mongolism — the 
Mongolian expression, the slanting eyes, the epicanthus — are the 
least reliable symptoms. A large percentage of normal newborns 
(particularly in those geographical areas with Mongolian racial 
admixtures) have epicanthal folds, especially if the nose bridge is 
flat. The Mongolian expression is often absent and the examiner 
who bases his diagnosis of mongolism on such symptoms will miss 
the majority of cases. Figure 1 is a diagram, showing the areas 
most strikingly involved in developmental retardation called “mon- 
golism.” 


Fig. 1. Nine areas of developmental retardation most conspicuous in 
mongolism. Col. 1: Developmental stage of fetus at 5 wks. There is 
some circumstantial evidence that the organogenetic period is fairly 
normal up to that time, and the developmental stage of the mongoloid 
does not differ essentially from that of other fetuses. Cols. 2, 3, 4: 
Developmental stages at 3 mos., 6 mos., and at term respectively. Col. 
4 demonstrates nine aspects which are most commonly abnormal in 
mongolism: 

(a) large anterior fontanel and open sutures, small slanting orbits, 
epicanthal folds, short nose, small mouth; 

(b) constricted facial features, short neck; 

(c) fetal ear patterns; 

(d) compressed brain, small frontal lobes, underdeveloped immature 
cerebellum: 

(e) four-finger line; 

(f) gap between big toe and second toe; 

(g) abnormal palate, flat and broad inside dental ridge, high-arched 
midline; 

(h) incomplete sex differentiation — left, male: small penis, often ab- 
normal scrotum; right, female: protruding clitoris, underdeveloped 
minor labia, large pouchy major labia; 

(i) patent foramen ovale, septum defect. 
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According to an inquiry made at several lying-in hospitals, this 
investigator came to the conclusion that the most reliable symptom 
is the general hypotonia or flabbiness of the newborn, who lacks 
the normal muscle tonus and stimuli-responses which can be ex- 
pected at that age. If a hypotonic child, a suspected mongoloid, is 
examined carefully, the most characteristic anomalies are found in 
the area of head development. The anterior fontanel is much larger 
than in the average newborn, and the frontal suture is usually 
palpable, almost down to the nose bridge. The sagittal suture may 
be entirely open and gaping, and the posterial fontanel is again 
larger than normal. This investigator was able to study the cal- 
varium in a series of infants aged between 5 months and 9 months. 
Figure 2 shows the calvariums of two mongoloid infants. What is 
felt as a large anterior fontanel in a living child actually turns out 
to be a residue of the membranous skull, the ossification of which 
failed to a large extent. 


Fig. 2-a. 


Fig. 2. Superior view of the calvaria of two mongoloid infants. Fig. 2-a 

(frontal bone down) shows the extremely large “anterior fontanel.” 

Ossification of membranous skull incomplete, leaving a much larger 

area unossified. Membranous skull grows from the sutures, which act 

like the epiphysis of the long bone. In mongolism, normal growth is 

delayed and the sutures are usually gaping. Fig. 2-b (frontal bone up) 
shows skull of another mongoloid infant (age, 6 mos.). 


Usually the nose bridge is depressed, the nose and upper jaw 
are short, and the palate shows anomalies which are extremely 
characteristic of mongolism, and yet, these anomalies have received 
little attention, even in the writings of this investigator. The palate 
shows flatness inside the dental ridge, then shows a high elevation 


q 
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in the midline forming what is called a “steeple” palate. The re- 
markable aspect of this matter is that the palate cannot be described 
as flat, or high, but as a combination of both. An explanation of 
this unusual feature can be found in embryonic studies, which 
show that the human palate forms from two lateral processes which 
grow in a horizontal plane toward the midline, while the roof of 
the palate is formed from the lower surface of the nasion. In 
mongolism, the bones connected with the nasal cavity are under- 
developed and fail to reach the appointed level between the lateral 
processes of the palate. Hence, unable to form a moderately curved 
arch, the palate reveals this combination of flatness and extreme 
elevation. In earlier studies, this writer mentioned that cleft palate 
is relatively rare. However, a number of cases with cleft palate 
have been observed in the meantime, and a cleft-like formation of 
the palate is often seen though the roof is not actually patent. 

Further anatomical studies in the formation of the skull, pub- 
lished in more detail in “What is Mongolism? (Congenital Acro- 
micria*)” and “Acromicria Congenita‘*” reveal that the nasal and 
oral cavities are underdeveloped because of a growth deficiency in 
the period of gestation when the layout of the visceral skull is in 
the process of completion. Since each animal (including man) from 
the day of birth on needs a strong oral system for providing the 
organism with food for its maintenance, Nature takes great pains 
in developing and stabilizing the masticatory-rhinal systems early 
enough to withstand the outside stress as soon as it arises. Both 
lines of development (of the cerebral and visceral skull) follow for 
a time a rather independent course, but the two systems are hinged 
upon the sphenoid body as the central supporting structure in 
which the visceral and cerebral skulls are joined together. The 
sphenoid body is composed of not less than fourteen different 
ossification centers; through an elaborate schedule in the time- 
table of ossification and stabilization of the various joints, the 
normal skull achieves the alignment, of the final specific human 
face. It is not surprising that any delay in this timetable, even as 
little as a few days to weeks, may upset and disturb the whole 
inner relationship of visceral and cranial skull. 

Studies of the orbital cavities show that they are also smaller 
than in the average child, and maintain a more rounded shape than 
in normal children.* 

An examination of the whole organism reveals that a variety 
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of developmental retardations can be observed, but most mongoloids 
do not show stigmata in every possible area and there is a great 
variety of abnormal features. The ears are frequently involved and 
show abnormal fetal features. Hands, feet, neck, trunk and extremi- 
ties in general are usually shorter than normal. The little finger 
is always short and occasionally curved, and the main hand-lines 
often show patterns which are termed a “four-finger line,” mean- 
ing that only one rather straight line crosses the palm instead of 
the two curved lines of the normal hand. However, it may be men- 
tioned that the four-finger line on both hands occurs as a genetic 
deviation in a certain percentage of the population and is, there- 
fore, not a pathognomic sign in itself. 

Of ten mongoloid children checked at random in recent weeks, 
five had a four-finger line on both hands and five on one hand. 
Strangely enough, in all five cases of the latter type, the four-finger 
line was present in the left hand and absent in the right one. This, 
however, is not an established pattern. Penrose could not find any 
difference between the frequency of an abnormal hand-line in the 
right or left hand.* Dermatoglyphic and palmar patterns have 
attracted rather widespread attention and have been thoroughly 
discussed by a variety of writers, especially L. 5. Penrose™ in 
England; Cummins, Talley and Platou®* in the United States, and 
sonnevie® in Canada. 

Unfortunately for diagnostic purposes, the study of these pat- 
terns is almost useless since other symptoms are conclusive enough 
to make a diagnosis in any real case of mongolism; and in those 
difficult borderline cases where one really expects a definite answer, 
dermatoglyphic and palmar patterns are also of a “borderline” 
character, which leaves the decision open. Moreover, the abnormal 
dermatoglyphic patterns are also distributed within the normal 
population in a certain though small percentage. 

As further evidence of the fetal retardation present in the new- 
born, a congenital heart defect (usually consisting of an open 
foramen ovale or a larger septum defect) is present. Anomalies of 
the sex development are frequent. In the female baby, where evalu- 
ation is rather difficult, Bleyer’® called attention, as early as 1937, 
to the underdevelopment of the minor labia, the rather large and 


often protruding clitoris, and the pillow-like pouchy major labia. 
More striking are the anomalies in the male mongoloid where un- 


*Personal communication. 
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descended testicles are the rule and at least one testicle is almost 
always undescended. However, even more serious anomalies are 
found in the form of an underdeveloped scrotum, short penis, 
hypospadia, and many other types of deviation. 

If on account of the accumulated evidence we attempt to interpret 
our findings as to the question: what is mongolism at birth, we 
dare to say that the mongoloid infant is an organism which has 
failed to complete its development in a normal way. In practically 
every organ system, external and internal, the organs have not 
reached a developmental stage comparable to the average and we 
are thus faced with the evidence of a decelerated antenatal develop- 
ment. (Fig. 3, p. 398). 

A factor which is not to be overlooked, and to which I have 
called attention in many publications, is that the mongoloid rarely 
shows developmental defects which go back to the organogenetic 
phase of fetal life, the first five weeks of gestation. This would 
indicate that a child who turns out to be a mongoloid has started 
to develop fairly normally during the first five weeks, after which 
time certain organ developments seem to fail to take place. The 
heart septum is supposed to close at about the fifth week ; the most 
intensive growth of the oral and nasal cavities occurs in the second 
month as well as the formation of the ossification centers of the 
metacarpal bones, the second of which is so often missing or ab- 
normal in the little finger. It may also be mentioned that the mi- 
gration of the male testicles starts during those weeks, as well as 
the formation of the lens of the eye and the differentiation of the 
gray and white matter of the brain and spinal cord. 

Without going into further detail, it can be stated that we have 
overwhelming evidence that the mongoloid child passes through 
a critical period of development in the second and third months of 
gestation. Whether the deceleration that takes place during this 
time is due to factors which developed much earlier but did not 
become manifest, or whether the embryonic environment is actu- 
ally abnormal during those two months—be it oxygen-lack, 
vitamin-lack or other hormonal or nutritional factors — cannot be 
decided since all statements with regard to the prenatal develop- 
ment of the mongoloid are merely based on circumstantial evi- 
dence." 

The result of the prenatal dearth is the so-called “mongoloid” 
newborn, who is actually a child with congenital acromicria. Evi- 
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dence that this term is most appropriate has been presented by a 
variety of investigators — anatomical : Greig'*, Benda" ; pathologi- 


7 WEEKS 3 MONTHS 6 MONTHS BIRTH 


Fig. 3. Upper line: diagram of normal growth and development from 
seventh week to birth. Lower line: deceleration or differentiation and 
growth as found in mongolism. 


cal and histological: Lauche', Benda”; radiological: Schiiller’*, 
Clift'’. In its bony structure, the mongoloid child shows patterns 
that are called “the opposite of acromegaly.” 
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The Mongoloid at One Year of Age. If a number of mongoloid 
children are examined in a time interval of one year, what are the 
common patterns of deviation from the norm at that age level? 


Fig. 4. (courtesy of parents) Twins; the child | on the left is a mongoloid; 
the one on the right is a normal baby. The picture shows the general 
constriction of cranial and facial features seen in mongolism. However, 
the differences between the mongoloid and the normal baby are often 
not striking, and no “immediate institutionalization” is necessary.” 


As to performance, the overwhelming majority of mongoloids at 
one year is still very hypotonic and unable to stand, walk, or even 
sit up unsupported. They show behavior patterns of an infant 
three to six months old, which means that their mental develop- 
mental rate equals 30-50 per cent of the norm. Only a few lift 
themselves to a sitting or standing position, and none of them 
walk at that age. Neurologically, the mongoloid shows hypotonia, 
lack of equilibrium, ataxia, and occasionally nystagmus. 

The physical examination shows a child who is usually brachy- 
cephalic, with a flat occiput. The length of the skull (which is 
about 17 cms. in the normal child) in the mongoloid averages 15.5 
cms. and rarely exceeds 16 cms. The width varies greatly. Some 
mongoloids have a very narrow skull, measuring about 11.5 cms. 
to 12 cms., and in those instances, the child’s head may appear 
dolichocephalic although the actual length is undersized. Many 
mongoloids have a rather wide skull, with a width of 14 cms. to 
15 cms., and occasionally the width is greater than the length. 
The normal child has an average head circumference of 17 inches; 
in many mongoloids, the head circumference measures 15 inches 
to 16 inches and rarely reaches 17 inches. The anterior fontanel 
is rarely closed and usually still palpable in its membranous con- 
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sistency. The forehead is high, the orbits appear round, the pal- 
pebral fissures are short, slanting upwards and usually there is 
an epicanthal fold. This fold is not like those in the Mongolian 
race but is a fetal skin fold, ascending from below or descend- 
ing from above, and covering the internal canthus. The iris in 
the majority of cases is very light and speckled, which indicates 
a very irregular distribution of pigment. The nose is small and 
depressed, the upper jaw is short and shows the characteristic 
features more markedly which have been described with regard 
to the palate of the newborn child. The tongue, which is of aver- 
age size but too large for the small mouth, often protrudes. The 
teeth are usually not present. 

The child, whose body may be fairly well developed, shows 
wrinkled hands and feet and usually a very protuberant belly with 
an umbilical hernia. The sex organs are similar to those seen at 
birth. The nutritional state of mongoloids varies greatly, according 
to the care which they have received during the preceding year. 
It is 2 common experience that the mongoloid infant runs into 
severe nutritional difficulties a few weeks after birth, losing weight 
and having great difficulty in regaining it. If all these obstacles 
are successfully overcome, the mongoloid may become an obese, 
overweight, apathetic infant. 

Clinical observations have been enhanced by about fifteen com- 
plete autopsies performed by this investigator on mongoloid infants 
ranging from prematurity to one year of age, and insight has been 
gained into the true anatomy of mongolism. A study of the body 
organs reveals that mongolism, as a prenatal growth deceleration, 
involves not only the nervous system and bones, but also practically 
every organ of the body. One may find spleen and kidneys of fetal 
weight as late as six months after birth, and even the liver is 
undersized if not very hyperemic. Fatty degeneration of the liver, 
which cannot be explained by circulatory inadequacy only, is con- 
spicuous in the majority of cases'* ** and has been observed re- 
cently in newborn infants, indicating that metabolic anomalies may 
occur even before birth. 

The lungs of the mongoloid infant are “immature.” This means 
that the mucosa is more vulnerable to atmospheric conditions. A 
large number of mongoloid infants suffer not only a series of 
pneumonias but also show pneumonitis with chronic changes of 
the alveolar structure. 
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The heart of the mongoloid varies, according to the severity of 
the heart defect. A patent foramen ovale may be found in simple 
cases ; but if larger septum defects are present, the heart may show 
compensatory hypertrophy and enlargement. Anomalies of the 
heart are present in a very high percentage, and range in severity 
through all gradations to a fully developed tetralogy of Fallot. 

As to the endocrine system, its scope and significance has not 
been definitely established. This author has studied the endocrine 
organs of sixty-five patients with mongolism, and has given a 
detailed description elsewhere."* ™ It can be summarized that: 

The pituitary is usually of average size and shape but shows 
a cell distribution which is different from that found in the aver- 
age child of the same age. 

The thyroid is found hypoplastic in all cases. A delay in colloid 
formation, with remnants of fetal cell nests, is common in the 
young infant; and later there is increased colloid storage which 
extends the follicles to sizes between 250 micra and 500 micra.™ 

In contrast to the small and underweight thyroid, the thymus 
is large in infants who die from acute diseases, and the Hassall 
bodies are often very large, with few bodies of the small and me- 
dium size variety. 

Strangely enough, the adrenals show no remnants of the fetal 
cortex*®-— even in young mongoloids— although it is generally 
assumed that it takes several weeks to months to complete an in- 
volution. However, smaller and larger nests of eosinophilic cells 
may be found in the medulla. 

The gonads in this age group are within normal range and are 
not different from other infant gonads of this age group. 

The pathology of the nervous system is conspicuous. The brain 
is soft and of a brownish color which is quite different from the 
grayish appearance of the normal brain. The frontal lobes are 
undersized and show the imprint of the slanting orbital roofs 
on their lower surface. The cerebellum is undersized; the brain 
stem and medulla form a rather sharp angle to the basis of the 
brain.** 

Histological studies of the nervous system reveal certain re- 
markable patterns that seem to explain the slow mental develop- 
ment and the hypotonia of the mongoloid infant. Myelination of 
the brain is greatly retarded and myelin sections reveal —at an 
age of five to six months, for instance — that the mongoloid brain 
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shows a stage of myelination comparable to the normal brain of 
the newborn to one or two months. Thus, the brain itself reveals 
a decelerated maturation. The nerve cells are often undersized 
and show severe degrees of cell degeneration, or at least vacuoliza- 
tion. Circulatory anomalies are common. 

The cerebellum of the mongoloid shows some interesting mal- 
formations in about fifty per cent of the cases, as originally de- 
scribed by Gans and given the term “tuber flocculi.” 7 7°" 

Studies of the spinal cord also reveal delayed myelination. In 
addition, there are true anomalies of differentiation of the gray 
and white matter which have been described and illustrated by this 
investigator under the term “spinal dysraphism.” ™* 

The Mongoloid at Ten Years of Age. If we now take a group 
of mongoloid children at the age of 10 years, the dissimilarities 
have become more striking and the common features less marked. 
The mental age of a group of mongoloid children may range from 
less than one year to seven years, which the best of our “treated” 
patients obtained. The children with mongolism, who are mentally 
less than two years of age are often not even walking, nor trained, 
and show the characteristics of “idiocy.” The majority of mon- 
goloids of ten years and over seen at the outpatient clinic of the 
Walter E. Fernald State School (the total number of outpatients 
with mongolism encompasses more than 300 children), have men- 
tal ages of between three and four years. They are on a pre- 
kindergarten level, unable to attend regular classes or even special 
classes in school. However, among a group of twenty-one children 
with mongolism seen at an age of nine to ten years, six treated 
mongoloids had mental ages of over five years and five were actu- 
ally doing first to second grade school work. 

The psychological characteristics differ and depend very much 
on the way these children are brought up, as well as on their 
family structure. Children with mongolism may be nice, coopera- 
tive, polite and quiet persons who fit quite well in a family group 
and present no problem in the home.** In an environment of psy- 
chological tension, rejection and nervousness, such a child may be 
extremely destructive, aggressive, overactive and unmanageable, 
a real “terror” at home, in school, and in a physician’s office. 

The physical variations among children with mongolism at the 
age of ten years are also great. According to the standards of 
height and weight established by Harold C. Stuart and his asso- 
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ciates at the Harvard School of Public Health, boys of that age 
normally range from 130 cms. to 150 cms. and girls from 125 cms. 
to 151 cms. in height, Of the mongoloid patients seen at that age, 
only one boy and one girl were within normal range ; all others fell 
short of the standard and remained in a height range of between 
115 cms. and 130 cms. In weight, most children with mongolism 
are within the normal range of 50 pounds to 100 pounds, the major- 
ity being between 50 pounds and 60 pounds which places some in 
the group of overweight children on account of their shortness. 
There is no question that the mongoloid child is inclined to obesitas. 
More exact data on the implications with regard to cholesterol 
metabolism will be found in a paper published by C. E. Benda 
and G. V. Mann on “The Serum Cholesterol and Lipoprotein 
Levels in Mongolism.” ** 

Characteristic in the mongoloid of all ages is the short, brachy- 
cephalic head which rarely exceeds 15 cms. to 16 cms. and at the 
most 17 cms. in length, while the majority of children, regardless 
of race, have heads measuring between 17 cms. and 19 cms. in 
length. The forehead remains high, the nasion and upper jaw 
underdeveloped, and the palate of striking abnormality in 95 per 
cent of cases. Not offering sufficient space for the tongue, many 
mongoloids have difficulty in keeping their tongue inside the mouc.1 
although a great many patients overcome this difficulty. The eyes 
rarely reveal marked epicanthal folds but the particular formation 
of the orbits and the shortness and slanting of the palpebral fis- 
sures are obvious. The anomalies of the iris and the tendency to 
star formation have attracted the attention of several ophthalmolo- 
gists.*> *6 27 Space does not permit a discussion of these matters 
in detail. 

Summarizing our observations on mongolism, which now en- 
compass over a thousand clinical cases and sixty-five complete 
autopsies, we may say that there is agreement among different 
investigators that mongolism is a prenatal fetal growth deficiency. 
I call it a deceleration of fetal growth, resulting in congenital 
acromicria. Ingalls is inclined to call it a congenital malformation. 
Several investigators agree in emphasizing that this fetal decelera- 
tion of growth occurs because of peristatic factors of a complex 
nature,!* *8- 2 resulting in a deprivation of essential nutritional 
factors to the growing fetus. Lack of oxygen (Ingalls**), hor- 
monal factors, improper nidation in the uterus," *" infectious 
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diseases, vitamin deficiencies, and others have been blamed. This 
school of thought is opposed by another which emphasizes genetic 
factors,** mutation,** or a fertilized “over-aged” ovum.** Since 
all schools of thought depend on circumstantial evidence which 
none considers convincing in its opponents, the argument is still 
unsettled. 

Therapy. To this investigator, it seems a mistake to carry the 
speculation concerning the etiology of mongolism into the field of 
therapy. After all, many hereditary metabolic disorders and mal- 
formations are subject to treatment and improvement. The pres- 
ent investigator, who considers mongolism a deceleration of growth 
resulting in congenital acromicria, bases the rationale of treatment 
on the idea that a growth deficiency needs growth stimulation 
(mental and physical) to obtain satisfactory results. Although 
mongolism is associated with a rather complex disorder of endo- 
crine function, this author has emphasized on many occasions that 
mongolism represents a disorder of central growth regulation which 
occurs on a lower and more fundamental level than endocrine dis- 
orders associated with primary pathology of endocrine glands. 
Central growth regulation depends on inductor function, probably 
on an enzyme Jevel. The key disorder of metabolism in mongolism 
has not yet been ascertained in spite of some research in different 
areas (cholesterol metabolism, protein-bound-iodide, studies of 
thyroid function with I,’** etc.)** * Since the mongoloid child is, 
however, a person who reveals physical and mental underdevelop- 
ment, it seems logical to stimulate mental and physical growth. 

Unfortunately, the armamentarium of our pharmaceutical indus- 
try is limited in this field. Thyroid hormones are an important 
factor in growth regulation but do not produce growth in itself. 
There is evidence that the mongoloid child grows better with a 
small amount of thyroid as a “mordant” to activate growth poten- 
tialities. The criticism that the restlessness so often found in mon- 
goloid children is caused by thyroid therapy is completely un- 
warranted unless an overdose is given. Actually, many mongoloid 
children are restless before any treatment is given, and they may 
even function better under a dosage of % grain to 1% grains 
of thyroid. 

Vitamin Biz has proven effective in obtaining a better physical 
growth rate, but its effectiveness is limited to young age groups 
and is restricted to the physical aspects, while thyroid therapy in- 
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fluences mental functioning and alertness to a certain degree. 

Pituitary hormones are not only the main growth factor, but 
evidence has been provided by anatomical studies — published in 
detail’* — that pituitary function is at fault in the mongoloid 
infant. Although the growth factor is available for injections, 
therapy cannot be carried out in this way since a short course of 
therapy is meaningless and ill-advised, and therapy by injection 
cannot be carried out over many years — several times weekly — 
as would be necessary in such a chronic condition. On the author's 
suggestion, the Armour Company developed a calf pituitary pow- 
der which can be given by mouth. With this Whole Pituitary Pow- 
der, the author has collected experience encompassing a period of 
more than ten years. Although there is still some argument as to 
whether the oral use of pituitary hormones is effective because the 
gastric juices may destroy the growth factor, ten years of experi- 
ence and a thorough comparison of untreated and treated mon- 
goloid children has shown that application of this hormone makes 
it possible to provide adequate growth in the mongoloid infant and 
young child. The changes in physical appearance are striking. A 
sufficient number of cases is available to prove that changes in the 
skull formation and improvement in general growth take place to 
such an extent that some children lose their “mongoloid” appear- 
ance almost completely. The Whole Calf Pituitary contains further 
gonadotropic hormones which have sometimes produced menarche 
between eight and ten years of age, whereas in our control material 
it is extremely rare that a mongoloid female child menstruates be- 
fore thirteen years (but usually even later). The influence on the 
mental development is less striking but appears definite if a large 
number of untreated children is compared with the group of 
treated ones, which now number over one hundred cases.*® 

Since the proposed treatment is mainly intended to overcome 
the stunted growth and to improve the physical appearance and 
mental performance, it goes without saying that treatment should 
be instigated as early as possible in infancy, and carried out for 
the first eight to ten years of life. The older the child, the fewer 
changes can be expected. The treatment has to be individualized 
according to the needs of the patient, and no standard therapy can 
be applied in every case and at every age level. The therapy is not 
a “cure of mongolism” but a measure to provide optimal mental and 
physical development for the child with mongolism. 
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Most critics of therapy, some of whom have even “tried” it for 
a period of three months (usually in children between six and 
fifteen years of age) completely overlook the fact that the mon- 
goloid child is not responsive to treatment instigated after the age 
of three to four years except with regard to some superficial physi- 
cal aspects. The arrest and often degeneration of the brain has 
reached an irreversible stage and the cartilage-bone border shows 
alterations which are beyond repair.'® 

In general, the mongoloid child beyond three to five years of 
sage can only be treated with a special purpose in mind — either 
to better his appearance if the child is dysplastic or to obtain a 
better nutritional state in cases of nutritional deficiency and cir- 
culatory inadequacy. 

The treatment should be started as soon as possible after birth, 
and continued throughout the first ten years of life. It should be 
applied only to infants and young children who do not show 
severe malformations and have a severe heart defect, and who 
show good mental responsiveness in general. 

No other field-in medicine calls for more research and the con- 
certed teamwork of all medical branches, which is certainly war- 
ranted by the great number of children with mongolism now living 
in the United States. The research carried out so far indicates that 
mongolism is the result of a deceleration of fetal growth, possibly 
due to a heterochrony, which term gains increasing recognition. 
Heterochrony is an “irregularity in time relationships ; specifically, 
in evolution, a deviation from the typical sequence in time in the 
formation of organs or parts.” The time element in human path- 
ology has not yet found sufficient recognition, and its study opens 
up new avenues of research. 
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TUBERCULOSIS IN PERSONS VACCINATED By BCG Scaririca- 
TION. C. Gernez-Rieux, M. Gervois, C. Voisin and R. Lebeurre 
(Rev. tuberc., 19:537-547, No. 5, 1955). A follow-up study 
was made of 10,755 persons who had been vaccinated with 
BCG as school children in the period 1947-1951. For controls, 
2,063 persons were drawn from the 1949 list of nonvaccinated 
school children. Thoracic manifestations of tuberculous primary in- 
fection occurred at the rate of 0.32 per 1,000 years of observation 
among the vaccinated children as compared with 6.47 among the 
controls. Extrathoracic tuberculosis was notably less frequent and 
less severe among those vaccinated. There was no case of tubercu- 
lous meningitis or osteoarticular tuberculosis among the vaccinated 
persons. Pleural disease and the ulcerocaseous form in the lungs 
were five times less frequent among them. It seems that, when tu- 
berculosis does appear in BCG vaccinate! persons, it takes benign, 
easily curable forms.—J.A.M.A. 
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THE STATUS OF STREPTOMYCIN 
FOR COCCIDIOIDES* 


Ropert CoHEN, M.D. 
Bakersfield, Calif. 


Coccidioidal meningitis carries a 100 per cent fatality. There- 
fore, no drug which may show antifungal powers should be lightly 
evaluated and by-passed by a phraseological statement until given 
a good invitro and prolonged invivo trial. 

Waxman! stated in his table on the sensitivity in vitro of micro- 
organisms to streptomycin that coccidioides immitis was insuscep- 
tible. In another table he lists under insensitive—coccidioides im- 
mitis. However, he did qualify this by the statement, “Insensitive 
or resistant. Those requiring more than 100.00 micrograms of 
streptomycin per milliliter to inhibit.” 

I wished to find out how insensitive streptomycin was to cocci- 
dioides in order to apply it to intrathecal therapy for meningitis 
cases. Concentrations of streptomycin sulfate were incorporated 
in Sabaroud’s media on petri dishes as follows : 


1. 1.00 grams per milliliter. 
0.25 grams per milliliter. 
15,000 micrograms per milliliter. 
12,000 micrograms milliliter. 
10,000 micrograms milliliter. 
8,000 micrograms milliliter. 
2,000 micrograms milliliter. 
1000 micrograms milliliter. 
500 micrograms milliliter. 
10. 100 micrograms milliliter. 
11. 50 micrograms milliliter. 


These plates and many controls were inoculated with heavy 
loopfuls of pus taken from a draining coccidioidal granuloma of a 
severely dissemated case. The pus contained many spherules of 
coccidioides immitis. The plates were read daily for thirty days. 
The results were manifested as follows: 


Ample growth of coccidioides in all controls. 


1. No growth at 1.00 gram per milliliter. 
2. No growth at 0.25 gram per milliliter. 


* From the Department of Pediatrics, Kern General Hospital, Bakersfield, Calif. 
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No growth at 15,000 microgrxms milliliter. 
Growth at 12,000 micrograms per milliliter. 
Suppressed growth (fungistatic) at 10,000 micrograms per 
milliliter. 
Suppression growths at 8,000 micrograms per milliliter, 
( fungistatic). 
Colony growths at 2,000 micrograms per milliliter. 
Colony growths at 1,000 micrograms per milliliter. 
Colony growths at 500 micrograms per milliliter. 

10. Colony growths at 100 micrograms per milliliter. 

11. Colony growths at 50 micrograms per milliliter. 


The illustration herein shows the above tabulations. 


DISCUSSION 


In the treatment of tubercular meningitis, streptomycin has been 
used in the accepted dose of 0.05 gram intrathecally. Prior to this, 
it had been given as high as 0.25 gram, but it caused some root 
pain in some patients. Intrathecally, 0.1 gram of streptomycin 
can give a concentration of 2000 micrograms per milliliter in the 
cerebrospinal fluid for several hours after injection. The desperate 
plight of the patient with coccidioidal meningitis calls for every 
possible aid to kill the infecting organism. We will not obtain the 
in vitro concentration in the spinal fluid with high intramuscular 
and high intrathecal medication. But a slight difference exists 
between tubercular and coccidioidal meningitis, in that in the latter 
many can be ambulatory until two to three months before their 
death. This added withholding power may just need the boost 
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of streptomycin to throw the balaxce of power in favor of the 
patient rather than to the fungus as to who is to survive. Hereto- 
fore, we had relatively no therapy for intrathecal route for cocci- 
dioidal meningitis and this must be tried to minimize the infectivity 
area in this fight. 
CONCLUSION 

Streptomycin sulfate inhibits coccidioides completely at 15,000 
micrograms per milliliter and is fungistatic at 10,000 micrograms 
per milliliter. 
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INNOCENT SysToLic MurMurRS 1n CuHILpHoop. D. Stuckey. (M. 
J. Australia, 2 :841-842, Nov. 19, 1955). 


Of 400 children examined at the Congenital Heart Disease Clinic 
in Sydney, Australia, 60 children (39 boys and 21 girls) between 
the ages of one and 10 years were considered to have a normal 
heart with an innocent systolic murmur. A hemoglobin level 
estimation, an electrocardiographic examination, and a radiological 
examination were carried out in all patients, in addition to careful 
clinical examination. Four of these children had minor abnormali- 
ties of the chest wall, 6 had slight hypertension, 2 a right aortic 
arch, and in 13 prominence of the main pulmonary artery was 
found on radiological examination. Most innocent parasternal 
systolic murmurs are produced by variations in the shape or caliber 
of the great vessels distal to a normal pulmonary or aortic valve. 
The clinical importance of innocent murmurs in children lies in the 
recognition of their innocent nature and in the distinction from 
murmurs caused by rheumatic or congenital heart disease. The 
innocent murmur is usually loudest in the left parasternal line and 
is midsystolic, of short duration, and of no more than moderate 
intensity. Supporting evidence is provided by a normal second 
sound, no evidence of ventricular hypertrophy either clinically o1 
in the electrocardiogram, and normal radiological appearance, ca 
cept perhaps for a prominence of the main trunk of the pulmonary 
artery. — J.A.M.A. 
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PEDIATRICS AT THE TURN OF THE 
CENTURY 


From time to time the Archives, which was the first Children’s Journal 
in the English language, will reprint contributions by the pioneers of the 
specialty over fifty years ago. It is beliewed that our readers will be inter- 
ested in reviewing such early pediatric thought. 


STUDY OF A CASE OF HODGKIN’S DISEASE* 
De Witt H. SHerman, M.D. 


and 
Harvey R. Gaytorp, M.D. 
Buffalo, N. Y. 


We present the following report of a case of Hodgkin's dis- 
ease which has been under observation for four or five years, 
first in the Children’s Hospital in the service of Dr. John Par- 
menter, and later in the Buffalo General Hospital in the services 
of Dr. Roswell Park and Dr. Charles Cary. It is through the 
courtesy of these three gentlemen that we are able to record the 
case. We report the case as one which may form a group toward 
helping to clear up the classification of this disease, which has 
received more or less study since it was first brought to the notice 
of the profession by Hodgkin in 1832. 

It has since been called by numerous names; Hodgkin’s dis- 
ease, pseudoleukemia, anemia lymphatica, adénie, malignant lym- 
phoma, lymphadenoma, lymphosarcoma, etc. The variety of names 
shows the difficulty of finding a satisfactory causal factor, but the 
common opinion leads to that of an infection, whose cause is not 
known. 

In reviewing the recent literature of the disease, we find in 
Sailer’s article “The Relation of the Tubercle Bacillus to Pseudo- 
leukemia,” the report of four cases. In two, the first and third, 
cough and expectoration were early symptoms and soon the tubercle 
bacillus was found. In another, his fourth case, there is an early 
history of jaundice with later a “hemorrhage from the nose and 
mouth,” and a short time later the lungs were found involved. 
In still another, his second case, the first symptom was a fluctuat- 
ing tumor over the sternum, followed later by a lung involvement 
which at necropsy showed a recent miliary involvement. Conse- 
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quently in two of these cases, tuberculosis pulmonalis was proven 
early enough to make the tubercle bacillus a prominent factor in 
the lymphatic involvement. Another, the one with the early hem- 
orrhage from the nose and mouth, can also probably be brought 
in this same class. No remarks are made as to whether the blood 
came from the lungs, but often hemorrhage is one of the first 
symptoms of pulmonary tuberculosis regardless of signs. 

Sailer diagnosed these cases as lymphatic tuberculosis, but 
compares them to pseudoleukemia and states later in his paper that 
there are “three forms of disease of the lymph nodes that may 
give rise to the syndrome characteristic of pseudoleukemia. These 
are lymphosarcomatosis, tuberculosis, and a peculiar infectious 
process, whose cause has not yet been discovered, but which, by 
some (Reed), is regarded as the only true form of Hodgkin’s 
disease.”’ Sailer believes that there have not as yet been a sufficient 
number of these cases carefully worked out to prove conclusively 
the existence of Hodgkin’s disease. Postmortem notes in Sailer’s 
cases are as follows. In his first case he reports miliary tuber- 
culosis of lungs ard liver, and tubercular ulcers of intestines. 
He makes no reports about the lymph nodes. In the second case 
the lungs showed miliary tuberculosis, there was tuberculosis of 
spleen and liver ; the gastrohepatic and retroperitoneal lymph nodes 
were greatly enlarged and caseous; there was also tuberculosis 
of prostate, supposedly the initial lesion. No tubercle bacilli were 
found. In the third case there was a miliary tuberculosis of the 
lungs, tuberculosis of the lymphatics and spleen, in fact, of all 
organs. In the fourth case tuberculosis of lungs and spleen, 
tuberculous ulcers of intestines; the mesenteric and mediastinal 
lymph nodes were slightly enlarged. No tubercle bacilli were found, 
but inoculation in guinea pigs produced general tuberculosis. 

Sternberg, in a paper in 1898, reports fifteen cases resembling 
pseudoleukemia and states positively that they are all tubercular. 
In these cases no inoculation experiments or cultures were made. 
In six of the fifteen cases the bacillus was found in some organs. 
In commenting on this paper, Sailer says “It is only from the fact 
that this work confirms the results obtained by other men who 
have made careful examinations of the lymph nodes in cases of 
pseudoleukemia that we are justified in considering it an established 
contention that in a large proportion of the cases supposed to be 
pseudoleukemia the tubercle bacillus is present, either as a causa- 
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tive or an associated factor.” And he ends his paper by stating 
that “the absence of entirely satisfactory evidence rather tends 
to confirm the supposition that the majority of cases of pseudo- 
leukemia, if not all, will ultimately be recognized as tuberculous 
in nature.” 

On the other hand, Dorothy M. Reed, in a very able paper in the 
Johns Hopkins Hospital Reports, “On the Pathological Changes 
in Hodgkin’s Disease with Special Reference to its Relation to 
Tuberculosis,” takes the positive stand that Hodgkin's disease 
is a special glandular disease; that while many cases, which are 
supposed to be Hodgkin’s disease, are really tuberculous, some 
are not tuberculous, that the causative factor is some unknown 
substance which produces definite histological changes, and these 
changes are so constant as to be pathognomonic. I quote from her 
paper. “We believe from the descriptions in literature and the 
findings in 8 cases examined, that Hodgkin’s disease has a peculiar 
and typical histolegical picture, consisting of proliferations of the 
endothelial and reticular cells, formation of lymphoid cells, and 
characteristic giant cells, and a gradual increase of connective 
tissue, resulting in a fibrosis, and, in most of the specimens, in 
the presence of a great number of eosinophiles.” 

In her conclusions she states, “First, we should limit the term, 
Hodgkin's disease, to designate a clinical and pathological entity, 
the main features of which are painless, progressive glandular 
enlargements, usually starting in the cervical region, without the 
blood changes of leukemia. Second, the growth presents a specific 
histological picture, not a simple hyperplasia, but changes suggest- 
ing chronic inflammatory process. Third, the microscopical exam- 
ination is sufficient for the diagnosis. Animal inoculation may con- 
firm the decision by its negative results. Fourth, eosinophiles are 
usually present in great numbers in such growths, but not invari- 
ably. Their presence strengthens the diagnosis. Fifth, the pathologi- 
cal agent is as yet undiscovered. Tuberculosis has no direct rela- 
tion to the subject.” 

We are endeavoring to add our quota to the evidence that 
Hodgkin’s disease is an entity; that the case we report is not a 
tuberculous adenitis, as is proved both from the clinical history 
and by the fact that the tubercle bacillus was not found in the 
lymph nodes, even by the inoculation tests, either from nodes re- 
moved by operation from the cervical regions, in March, 1901, 
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or from nodes taken at the autopsy in May, 1902; that it is not 
sarcoma, as shown by histological examination; that it is not 
syphilitic, as is proved by the clinical course of the enlarged nodes, 
the absence of syphilitic family taint, and the failure to react to 
Justi’s test ; and that in its histological characteristics it conforms 
to the most recently adopted views of that disease. 

M. G., aged 9 years, was admitted to the Children’s Hospital in 
August, 1898. Her family history was negative, except that her 
father’s mother died at eighty of cancer of the stomach. The 
other grandparents are over seventy-five and well, except a grand- 
father about whom they know nothing. There is no family history 
of tuberculosis; no known exposure to tuberculosis, nothing like 
this in the family; no syphilitic history. She was breast-fed until 
eleven months old, when she burned her mouth with lye, and was 
fed on sperm oil and milk till her mouth healed. As an infant 
she had a ventral hernia, which corrected itself, and she was always 
well until five years old, when she had a mild attack of typhoid 
fever of three weeks’ duration, recovering entirely. Eight to ten 
months later, when six years old, she is said to have caught cold 
and the lymph nodes in the neck commenced to grow. At seven, 
she had a mild attack of measles which did not seem to increase 
the size of nodes. At eight, Dr. I. W. Potter removed six tumors 
from neck, which had started from under the back of the ear and 
had grown toward the front. These lymph nodes had existed about 
two years, were all of one size, and had never shown any tendency 
to break down. In five or six months after operation they grew 
faster than ever. 

Upon admission, she had a mass of lymph nodes, about the 
size of a large orange, in the left cervical region, mostly in the 
anterior triangle, not involving the submaxillary nodes, and not 
adherent to the skin. The mass was not hard, was nodular, some- 
what movable and painless. Dr. Parmenter declined to operate. 
She was put on mercauro for about six months, and then on 
arsenic, which was kept up more or less continuously for a year. 
During the course of arsenic treatment the lymph nodes decreased 
so that the circumference of the neck was one inch less, but later 
the mass started to grow again and before she left was pendant 
over the left clavicle. The superficial veins over the mass were 
much dilated, but the character of the mass did not change, except 
in size. I can find no record of a blood examination at that time. 
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No mediastinal mass was recognized, and nothing abnormal was 
found in any other organ. The only marked symptom was an 
increasing anemia. There was nothing unusual about her tempera- 
ture, pulse or respiratory record. 

In March 1901, she was operated upon in the Buffalo General 
Hospital by Dr. Roswell Park, assisted by Dr. Gaylord, and the 
whole mass removed. From Dr. Park’s notes I quote the follow- 
ing. “A long, S-shaped incision from mastoid down to clavicle 
was made. Through this it was possible to enucleate the mass, 
mainly in one portion, which mass consisted of enormously hyper- 
trophied lymph nodes, each in a capsule, from which most of them 
were easily enucleated. They extended down behind the clavicle 
and sternum into the thoracic cavity, and, after enucleating the 
mass from behind the clavicle, the upper surfaces of the pleura 
were exposed. These were exceedingly adherent ail along the 
sheaths of the great vessels, which, however, were not exposed 
in such a way as to demand ligature. A number of veins and a 
few arteries required to be ligated, after which the incision was 
closed, with posterior opening for drainage. Patient stood the oper- 
ation very well.” She did well for about six months, when she 
began to fail, became paler and somewhat edematous, both in legs 
and abdomen. 

Upon admission again to the Buffalo General Hospital on Nov- 
ember 5, 1901, she was very weak, had some temperature and 
a slight cough. We quote from our notes the following as to her 
physical condition a short time after her return and nearly one 
year after last operation. The child is pale and thin, with cervical 
lymph nodes on right side somewhat swollen but not to any extent 
on left side at the site of the operation. One is prominent on left 
side at about the junction of clavicle and sternum. From right 
axilla, and extending up and over pectorals, the nodes are decided- 
ly enlarged, about size of half a small fist. On left side in same 
position, one node is enlarged, about the size of a white grape. 
In the right groin is a bunch of three nodes a little smaller than 
grapes. In the left groin the same, but a little smaller. No epitro- 
chlear enlargement. All these nodes were of same character as 
those of the neck at the time of admission to the Children’s 
Hospital about two years before and had never shown any ten- 
dency to break down. 

Examination of the chest showed the superficial veins distended, 
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especially of the upper part in middle and to left of sternum. 
There was some dyspnea. In the anterior mediastinum signs 
pointed to a mass probably not in left lung but supposed to be the 
cause of dyspnea. Anteriorly, on left side, motion was impaired. 
The suprasternal notch and xiphoid cartilage were depressed on 
inspiration. Percussion on the left side was impaired, even to 
flatness at third interspace. Tactile fremitus absent. The right 
side was nearly normal on inspection, palpation and percussion. 
In the left lung in the supra- and infra-clavicular regions there 
was almost bronchial breathing, thought to be due to atelectasis. 
In the left axilla the breathing was impaired, and there was a 
friction rub. 

In the right lung the breathing was puerile with prolonged and 
sibilant expiration. Posteriorly, the left lung was similar to the 
front, except at base where there were signs of consolidation 
thought to be partially due to fluid. The right lung was the same 
as in front. The heart. was slightly displaced to the lei: but other- 
wise normal. The abdomen was distended, possibly by a slight 
amount of fluid; liver enlarged, measuring seven inches in an- 
terior axillary line; no tenderness. In median line three inches 
above navel, there was a small nodular mass which became tender 
after frequent examinations. In lower part of abdomen the tym- 
panitic note was impaired in an irregular line; spleen enlarged, 
not sensitive. 

The cough mentioned as being present upon admission, persisted. 
The sputum was at first wanting, then scant, and was repeatedly 
examined for the tubercle bacillus, which was not found till 
February 8, 1902, when the sputum had become very slightly 
mucopurulent. From that time on they were present. Staphylococci 
were always present and streptococci and a few diplococci were 
found. The expectoration was never very profuse and seemed for 
a long time to yield to arsenic, which was crowded to its thera- 
peutic limit for two months, the drug being taken for a time in 
dosage as high as 30 drops of Fowler’s solution in a day. The 
arsenic did not seem to benefit her in any other way except, 
possibly, her weight, which increased a few pounds; there was 
no effect on the blood. 

During her last stay at the hospital, from November till her 
death in May, she had an irregular temperature, sometimes 
dependent upon an exacerbation of her lung condition and some- 
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times without apparent cause, but at 1) time were the febrile 
periods so distinctly marked in periods as Musser has described 
seeing in a series of cases, where there would be fever for ten, 
twelve or eighteen days and afebrile periods of similar lengths of 
time. Our case had afebrile periods, but they were of indefinite 
duration. Examination of the blood gave the following: November 
3, erythrocytes 4,995,000; leukocytes 11,135. March 28, specific 
gravity 1.050; hemoglobin 65 per cent; erythrocytes 4,900,000; 
leukocytes 16,632. April 11, specific gravity 1.045; hemoglobin 
45 per cent.; erythrocytes 4,800,000; leukocytes 13,490. 

A leukocytosis of any extent did not appear till some time after 
the sputum had shown tuberculosis involvement. Very unfortun- 
ately some of the slips of blood examinations have been lost and 
we are not able to give the actual figures of the differential counts, 
but we distinctly remember that there was nothing remarkable 
about them. No nucleated red corpuscles were found. In these 
statements we have the support of the resident physicians who 
made the examinations. 

The urinary analyses showed the specific gravity running from 
1.015 to 1.030, averaging about 1.025. The amount of urine was 
persistently decreased, amounting to from 500 to 800 cc. Albumin 
was found in very small amount during her stay in the hospital, 
and once casts of a granular type were reported, but at no other 
time were any found. No sugar was found. Indican was reported 
merely as present. 

At later examinations the lymph nodes, especially of the axillz, 
increased in size. The mass in the abdomen increased most rapidly, 
was somewhat sensitive, and fluid in large amount appeared. 
There was some slight edema of lower extremities. The sputum 
became more abundant, and after a while mucopurulent, and 
seemed to come from near the mediastinal mass where numerous 
moist rales now appeared. Near the end the child failed rapidly, 
general anasarca developing. 

Record of Autopsy by Dr. H. U. Williams: M. G., aged four- 
teen, born in Buffalo; died May 9, 1902. Nutrition, poor. Rigor 
mortis, moderate. Lividity, fairly well marked; three scars left 
side of neck ; edema of left leg greater than right ; cervical, axillary 
and inguinal lymph nodes enlarged. 

Pleural Cavities. Large amount light yellow fluid. Left lung, 
atelectatic, adherent at base and inner aspect. Mass of solidifica- 
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tion in lower half of upper lobe ; consolidated bluish white areas, 
partly necrotic in upper lobe; exudate pus. Lower lobe has mass 
growing from root of lung, size of an egg. Right lung, free. 
Around bifurcation of trachea a mass, firm, yellowish white, 
mottled with small yellow necrotic areas. Mediastinal lymph nodes 
much enlarged. Bronchial lymph nodes enlarged. 


Peritoneum. Large quantity light yellow fluid and a little fibrin 
in cavity. Along spine, below diaphragm, enormous masses of 
lymph nodes or tumor consisting of more or less separate nodules 
in the aggregate equal to five or six oranges. Hard, yellowish 
white on section with some apparently necrotic areas. 


Spleen has masses of same substance growing into it at the 
hilum ; is also mottled with hard yellowish white areas of 5-10 mm. 
diameter. Enlargement of mesenteric nodes. Diaphragm, seventh 
rib on right, sixth space on left. Heart, muscle firm, a little pale, 
otherwise normal. Vessels, superficial veins on shoulder and chest 
enlarged. Urinary organs not remarkable. Stomach, etc., not 
remarkable. Liver two to four inches below ribs. Weight 3 pounds 
1 ounce. Soft and mottled. Gall bladder small and empty; con- 
tracted. 

Anatomical Diagnosis. Universal lymphosarcoma. Ascites and 
hydrothorax. Bronchopneumonia, upper lobe, left lung; right lung 
atelectatic from pressure. Fatty liver. 

Histological description of lymph nodes removed March 1901, 
from case M. G. A lymph node about the size of a cherry and 
one somewhat smaller were chosen for section. An ordinary section 
stained with hematoxylineosin shows that the lymph node has 
lost its characteristic structure. There are no lymph follicles except 
in a narrow compressed portion beneath the thickened capsule. 
The characteristic lymph channels throughout the node, except in 
the region mentioned, have disappeared. The entire node possesses 
a much thickened stroma composed of bands of connective tissue 
which in the central portion have undergone hyaline degeneration. 
The blood vessels in the lymphatic structure are enlarged with 
thickened walls. The structure of the lymph node is composed of 
spindle connective tissue cells with here and there groups of round 
cells, especially about the periphery of the node and in the best 
preserved portion beneath the capsule already mentioned. Two 
or three areas near the centre of the node show evidence of 
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necrosis, no nuclei are demonstrable and the connective tissue 
structure appears hyaline. 

Under high power the lymph node is found to have undergone 
a marked hyperplasia in which the elements no longer retain the 
characteristic structure of a lymph node. The node is composed 
of spindle connective tissue cells, scattered between which are a 
few lymphocytes and a considerable number of large endothelial 
giant cells with multiple nuclei. Here and there a remnant of a 
lymph follicle can be detected in a group of lymphocytes about a 
vessel. These are extremely rare. 

A section stained with polychrome methylene blue shows the 
presence of a considerable number of typical plasma cells located 
usually in the neighborhood of the vessels and about the periphery 
of the node. The giant cells which are so frequent through the 
structure of the node are well differentiated by this method and 
can be more closely studied. They are large cells possessing one 
or more nuclei; as many as six or eight nuclei are not infrequently 
present. The nuclear membrane is sharply defined from the proto- 
plasm of the cell which takes on a rose tint with the polychrome 
methylene blue. The nucleoli are frequently a distinct rose-violet, 
whereas the nuclear membrane is sharply defined and deep blue. 
Occasional typical foreign body giant cells are likewise present. 
In the latter, the nuclei are frequently arranged about the peri- 
phery of the cell. 

An examination for eosinophiles in sections stained with Ehr- 
lich’s triacid stain yields positive results. About the periphery of 
the node are extensive accumulations of these cells. They are 
readily recognized by the bright, highly refractive, orange granules 
which this protoplasm contains. The nuclei of the eosinophiles are 
pale green, They are so frequent in many places that as many 
as eight or ten can be counted in an oil immersion field. 

A section stained with iron hematoxylin and Bordeaux red fails 
to show the presence of any inclusions whatsoever. Nothing is 
encountered which might be interpreted as possible parasites. 

As a result of the histological examination above given, the 
diagnosis of malignant lymphoma or Hodgkin’s disease was made. 
Macerated portions of the lymph nodes were injected into the ear 
vein and abdominal cavity of a rabbit, weighing 1,580 grams, on 
March 19, 1901. The rabbit showed no reaction from these injec- 
tions but rapidly lost weight until May 15th, when it died weighing 
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1,010 grams. A careful examination of all the organs and viscera 
of this animal failed to show the presence of tuberculosis or 
other pathological changes which can be viewed as characteristic. 
Sections of certain enlarged lymph nodes which were stained for 
tubercle bacilli failed to demonstrate them. 

Material was obtained from the autopsy May 9, 1902, which 
consisted of large packs of lymph nodes, many of which, on section, 
showed extensive areas of necrosis and from which the smaller 
lymph nodes were chosen for section. An examination of the small- 
est nodes showed a hyperplasia of the lymph node with large 
numbers of lymphocytes. Somewhat larger lymph nodes presented 
exactly the histological characteristics described in those obtained by 
operation a year before. Fragments of lymph nodes taken from vari- 
ous portions of a mass removed from the retroperitoneal region 
were introduced into the abdominal cavity of a guinea-pig May 9th. 
This animal died on May 19th without evidence of tuberculosis. 
Inasmuch as the time was unfortunately short, examination was 
made of a fragment of implanted lymph node which was found in 
the abdominal cavity. On section, the structure of the implanted 
lymph node is plainly discernible. The stroma and vessel walls 
are well defined. The cellular elements of the node are composed 
for the greater part of lymphocytes with here and there a giant- 
cell. About the margin it is seen that the lymph node is surrounded 
by a thick capsule of connective tissue derived from the sub- 
peritoneal connective tissue of the guinea-pig. Fibroblasts are found 
penetrating into the margins of the lymph node and nowhere is 
any evidence of tuberculosis. Sections stained for bacteria fail 
to show the presence of any organisms. We, therefore, assume 
that the mass introduced was sterile at the time of introduction. 

It will be seen on reviewing these facts that our case conforms 
perfectly to the standard suggested by Reed and that it is one 
of uncomplicated Hodgkin’s disease and strongly sustains her belief 
that Hodgkin’s disease is a distinct process. Tubercle bacilli were 
absent from the enlarged nodes at all times, as proved by inocula- 
tion experiments at the time of operation and one year later at 
the autopsy. In the light of our findings in this case, we are 
heartily in accord with Reed and believe that our case is one of 
true Hodgkin’s disease according to her interpretation. 
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CHOREA MINOR. 
CLINICAL AND THERAPEUTIC Data.* 


Henry W. Berc, M.D.** 
New York. 


The term chorea, from the Greek meaning a dance, is a designa- 
tion applied to various affections of the nervous system which 
must be sharply differentiated. The ordinary form of chorea 
which we see in daily practice, affecting for the most part children 
from five to fifteen years of age, is chorea minor, Sydenham’s 
chorea, St. Vitus’ dance. Chorea major or magna is a choreiform 
affection complicating hysteria, characterized by violent rhythmi- 
cal movements, and is not true chorea. Some older authorities, 
however, apply the term chorea major to cases of St. Vitus’ 
dance, in which the whole body is involved in violent choreiform 
jactitations, the patient being thrown about as if by some external 
force so that neither a sitting, standing nor recumbent posture 
can be maintained during the waking hours of the patient’s exist- 
ence. These violent cases are real cases of St. Vitus’ dance of 
great severity and are of more serious prognostic import, for 
these are the cases which occasionally result fatally. 

Huntingdon’s chorea or hereditary chorea, a very rare form of 
chorea, while it resembles chorea minor in its motor manifestations, 
has nothing else in common with St. Vitus’ dance. It is a disease 
of middle life, chronic and progressive in character, with a distinct 
hereditary history of similar affections in the direct ancestors of 
the patient, terminating usually after years of duration in paralysis 
and death. Although this hereditary history is a diagnostic factor 
in Huntingdon’s chorea, a neurotic family history is very common 
even in ordinary cases of chorea minor. 

True, chorea minor is a disease of child life. In my experience, 
in the clinic of Dr. E. C. Seguin at the College of Physicians and 
Surgeons with which I was connected years ago as assistant in 
charge of the children’s class for nervous diseases, as well as in 
the not inconsiderable number of cases in my private practice, I 
have seen the disease most frequently in girls between the ages 
of five and fifteen years. Nevertheless, the affection is quite com- 
mon in boys. The children are generally weak, pale and anemic 
and ill-nourished. They are mentally either brighter or duller than 
“*Read before the Pediatric Section of the Eastern Medical Society, November 18, 1904. 
**At the time of writing this paper, the author was Visiting Physician, Willard Parker 
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is normal for children of a similar age. I have seen several cases 
of chorea minor affecting children below five years of age, but I 
have never seen a case of congenital true chorea minor, although 
such cases have been reported, as well as cases of true chorea 
in infants from two weeks to six months of age. I am disposed 
to believe that such cases as these are not true cases of St. Vitus’ 
dance. We are familiar with the constant twitching and _ restless 
movements of all the extremities, voluntary and involuntary 
muscles, which characterize the newly-born as well as very young 
children due to the fact that the inhibitory cerebral centres are 
still comparatively inactive, and it would be easy to mistake a 
more than normal motor excitability of the extremities and facial 
and other body muscles for chorea. All of us have seen such 
cases and while I do not deny the existence of congenital chorea 
when accompanying grave cerebral lesions, such as hydrocephalus, 
cerebral spastic paraplegia or hemiplegia or monoplegia; due to 
cortical or central lesions, these are not cases of chorea minor, 
but post paralytic chorea, comparable to the athetoid movements 
described by Hammond. Chorea is very apt to affect young girls 
at the beginning of the menstrual period, and occurs rather 
rarely in middle life, but is not infrequent in old age (chorea 
senilis). The chorea of adults is apt to be a complication in various 
types of insane conditions; when it occurs it is most common 
with dementia, occasionally with mania. Senile chorea frequently 
complicates senile dementia. 

I must not neglect to mention chorea of pregnant women. For 
in this condition chorea is an extremely grave manifestation. It 
is apt to complicate first pregnancies. It is partly hysterical in 
its causation in these cases, possibly also reflex. I am led to attach 
more importance to the former etiological factor, because chorea 
gravidarum is found especially frequent in young girls who have 
become pregnant without the formality of marriage. The disease 
manifests itself early in the pregnancy. A case occurring in my 
own practice was a young girl of eighteen, whose mother brought 
her to me to be treated for St. Vitus’ dance, and who had missed 
two menstrual periods, having previously menstruated regularly. 
A physical examination revealed a pregnancy of about the third 
month. The prognosis in these cases is much graver than is 
usual in chorea minor. The choreiform twitchings become more 
violent as the weeks pass. The patient is disturbed from her sleep, 
loses appetite, develops fever, and sometimes albuminuria and 
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occasionally the chorea of pregnancy terminates in spontaneous 
miscarriage, or an artificial miscarriage becomes compulsory to 
prevent a fatal termination. In some cases the chorea lasts until 
the child is born at term. In many it ceases spontaneously. In all 
the chorea ceases when the uterus has discharged its contents. 

A very common etiological factor in the chorea of children is 
fright. Nervous children are very liable to develop an attack of 
chorea, especially if there are other predisposing factors present, 
through fright. The causes of such fright may not have been very 
terrifying. Thus a child forced to enter a dark room may emerge 
therefrom with a commencing chorea. A merited scolding or 
chastisement by the parent may have a similar result. The hearing 
of a gruesome story, the witnessing of a terrifying scene in the 
theatre, any of the multitude of things or occurrences that frighten 
children may result either immediately or a few days later in 
chorea. Even a frightful dream and attack of night terrors may 
have a similar result. Even in cases in which an undoubted patho- 
logical etiological factor for the chorea exists, a fright may be 
the immediate precursor of the attack. Worry and mental excite- 
ment bear the same relation to an attack of chorea in adults that 
fright does to an attack of chorea in children. Thus, overstudy 
at school and college preparative for an examination, written or 
oral, all of these are important factors in the causation of chorea 
minor in older children and young adults. Children may simulate 
the actions and behavior of other children whom they have seen 
suffering from St. Vitus’ dance. This is imitative chorea. Epidemics 
of this affection have occurred in schools and asylums. This form 
of chorea, which might be termed mimetic chorea, I do not 
consider a true chorea minor. It is a neuromimetic quasi hysterical 
manifestation and one that can readily be distinguished from 
true chorea minor. When the little patient’s attention is artfully 
distracted it will be found that the irregular muscular twitchings 
are suspended. When the child is watched at play, unconscious 
of being observed, the jerkings and jactitations are not present. 
The contrary is true in an attack of ordinary chorea. Such 
mimetic cases are frequently cured without medical aid by parents 
who do not believe in sparing the rod. Unfortunately this favorable 
result from harsh measures sometimes leads to their employment 
in cases of true chorea minor with disastrous results. For terror 
and fright invariably increase the severity of attacks of real St. 
Vitus’ dance. Neurotic children are more liable to attacks of 
chorea than others, and it is apt to be a disease of civilization. 
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Thus negroes in the warm climates never suffer from chorea, 
while Jewish children, on the other hand, are very frequently 
subjects of it. Anemia is frequently assigned as a cause of chorea, 
and I have rarely met with cases of chorea in which a simple 
anemia (diminished hemoglobin and red cell count) was not a 
factor in the clinical picture. Chlorosis, too, is frequently present 
in young girls suffering from St. Vitus’ dance. It was customary 
formerly to ascribe malaria as a cause in many cases, but that 
was in the days when the microscope was not a factor in the 
diagnosis of malaria. Intestinal autointoxication has been a factor 
in the pathogenesis of this as in that of other functional nervous 
diseases. Its importance lies in the clews which it offers for 
treatment in cases in which it is looked upon as a cause. I have 
repeatedly seen chorea minor develop in cases of chronic disease 
in children. Thus one case of hip-joint disease in which chorea 
developed either as a reflex manifestation from the hip-joint 
disease or from the secondary anemia Some years ago excessive 
importance was attached, by an ophthalmologist of this city, to 
errors of refraction and difficulties of accommodation affecting the 
eyes as causing a reflex chorea. As a result he performed many 
operations for strabismus and fitted many glasses in the attempt 
to prevent the development of a commencing attack of chorea, or 
to cure an existing one. At present, such reflex etiological factors, 
while not entirely negatived in the causation of chorea, have lost 
much of their old time importance in the opinion of clinicians. 
We may pass over a multitude of other less important causes, 
such as helminthiasis, gastroenteritis, etc., to discuss a group of 
pathogenetic factors in this disease which I have purposely left 
to the last, because their importance is by far greater than all the 
other etiological and pathogenetic factors in the understanding of 
this mysterious disease. These factors include the solution of the 
relationship between rheumatism and the various heart lesions, 
myocarditis, endocarditis and pericarditis, and true chorea. An 
attack of chorea minor when accompanying rheumatism may occur 
either before an attack of rheumatism, during an attack or after 
an attack. A patient suffering from chorea minor may have endo- 
cardial disease or a murmur may develop while the St. Vitus’ 
dance is in progress, the patient having suffered only from myo- 
carditis or irregularity of the heart’s action when coming under 
observation for the chorea. As to the percentage of cases of 
St. Vitus’ dance in which rheumatism or cardiac lesions are thus 
present, I am not in a position to give absolute figures in my cases, 
but I believe that not more than half the cases have suffered from 
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such a complication. I have at present 2 cases under my care in 
both of whom there is neither rheumatism nor a cardiac lesion. 
It must not be forgotten, however, that rheumatism may show 
itself in some of these cases by only slight joint pains, and no 
fever. The parents call these pains in these young children growing 
pains, which in reality are cases of mild rheumatic arthritis. In a 
little girl whom I treated for several recurrent attacks of chorea, 
and who suffered also from frequent attacks of inflammatory 
rheumatism, and was also the subject of a mitral regurgitation, 
the rheumatic attacks, and the choreic attacks were always inde- 
pendent of each other so that I was led to believe that the chorea 
replaced what would otherwise have been an attack of rheumatism. 
So frequently, however, are rheumatism and rheumatic complica- 
tions a factor in the causation of chorea that it is not surprising 
that the little that we know of the pathology of chorea points 
directly to rheumatism and cardiac lesions as an important factor. 
Embolic processes in the terminal capillaries of the small branches 
of the middle cerebral arteries, particularly on the left side of 
the brain, have been located, the emboli being most frequently 
present in the corpus striatum. Meynert found degeneration of the 
cortical cells of the motor area, and even of the third frontal 
convolution possibly secondary to emboli, Although such patho- 
logical findings have not been frequent, chorea minor causing 
death very rarely, they are sufficient to fix the location of the 
lesion if not its character. It is evident that where the conditions 
for the production of emboli do not exist in the heart, an embolic 
lesion can not be the pathological cause of the disease. In such 
cases, however, the same pathogenic cause that accounts for the 
rheumatism may account for the chorea. It is not surprising, 
therefore, that Pianese found a diplococcus, pure cultures of which 
when injected in animals produced choreiform affections. Whether 
this organism bears any relation to or is identical with the strepto- 
coccus supposed to be one of the pathogenic factors in rheumatism 
is uncertain. It is interesting in this connection to remember that 
a precedent scarlet fever is a comparatively common factor in the 
past history of choreic patients. Such germs may cause infarcts 
similar to those found with multiple minute emboli due to heart 
lesions. They may furthermore produce a toxic endarteritis 
resulting in minute hemorrhages in the motor cortical areas and 
the corpus striatum. Or, finally, a cerebral toxemia dependent upon 
these infectious causes might result in similar choreiform mani- 
festations due to irritation or malnutrition of the same brain 
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centres. As you know, much of this is problematical and the 
subject is still a fruitful field for extensive investigation. 

While I do not wish to describe the symptomatology of an 
ordinary case of chorea, some interesting features in the purely 
clinical manifestations may be mentioned. First, hemichorea, and 
preferably right hemichorea, is far more common than general 
chorea. One arm and one leg are either alone involved or in- 
volved to a greater extent than the other side. In severe cases 
of chorea minor the irregular non-rhythmical twitchings are quite 
general, the arms, legs, shoulders, back, trunk, face, lips, nose, 
forehead, eyelids, neck and even the muscles of articulation are 
involved. Sometimes the attack in its early manifestations is 
pseudo-paralytic rather than convulsive and a very careful exam- 
ination is required before one observes the irregular twitchings of 
the muscular fibres of the face or arm, which confirm the suspicion 
of the presence of chorea minor. That there is a weakness of the 
affected limb or limbs in every case is readily seen when the patient 
drops articles like cups and saucers and other utensils. Some 
of this disability is undoubtedly due to the twitchings and in- 
coordination. There is, however, marked diminution in the grasp- 
ing power of the hand, dragging of the leg in walking and some- 
times even inability to stand; the severely affected patient drops 
upon a couch, the twitchings continuing and preventing the main- 
tenance of even the recumbent posture in severe cases. The degree 
with which the patients are affected varies, some of the cases being 
very slight, the disease showing itself only by slight grimaces and 
slight twitchings of the limbs, while others are in constant, irregu- 
lar, violent motion, unable to utter an articulate word, scarcely 
able to swallow, while incontinence of urine renders the misery 
of the little patient more marked. And yet even in these severe 
cases the prognosis is not bad under appropriate treatment. Occa- 
sionally, however, fatal cases occur even in children, while in 
adults the prognosis of severe cases of chorea is very much more 
grave. Children that recover from chorea minor are all subject 
to a return of the condition sooner or later. The interval between 
attacks is generally about a year. A large number of these cases 
relapse, and I have treated some cases three or four times. Fre- 
quently children are met with in whom the first attack subsides, 
but the disease never entirely disappears. In such patients a care- 
ful examination will reveal slight occasional twitchings, which at 
long intervals increase, and a new attack is thus initiated. Local- 
ized choreas, especially such as involve the eyelids (blepharo- 
spasm), the face, and shoulders, are truly choreiform and are apt 
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to persist for long periods, sometimes for life. The tongue is 
affected in almost every case. This can readily be observed by 
letting the patient protrude the tongue. Much of the difficulty 
in speech is due to this involvement of the glossal muscles. The 
extrinsic muscles of the eyebails are also involved, as are those 
of the soft palate and pillars of the fauces. Purposed and volun- 
tary movements increase the choreiform twitchings, which serves 
to distinguish true chorea from hysterical chorea in children and 
adults, and from paralysis agitans in adults. The diaphragm and 
other muscles of respiration seem to be affected, for in severe cases 
the respirations are increased in frequency and irregular. The deep 
reflexes are never affected. The rectal sphincter is never involved. 
There is much difference of opinion as to the real mental condi- 
tion of patients suffering from severe chorea minor. Some au- 
thorities believe that the dementia, which is present in these cases, 
represents a real condition of mental degeneration. Others, on 
the other hand, claim that the ridiculous postures into which the 
disease throws the patient, the peculiar noises to which he gives 
utterance, the inability to speak, so mortify even a child that it 
takes refuge in an assumed indifference to its surroundings, re- 
fuses to speak for weeks at a time, and devotes its whole energy 
to abtaining as much peace and rest as the disease will permit. 
There is no doubt that considerable mental strain and preoccupa- 
tion accompany the constant efforts necessary to coordinate, and 
to perform ordinary movements, but I have not yet been able to 
convince myself of the presence of any real organic dementia, mel- 
ancholia or mania in a case of essential chorea. The examina- 
tion of the urine of chorea cases reveals some points of interest ; 
it is generally increased in quantity, of high specific gravity and 
contains a large amount of phosphates and urates. Sugar is some- 
times found in very violent cases. The presence of albumin is not 
exceptional in children suffering from cardiac diseases, and when 
found in such cases in which chorea is a factor, the albumin and 
casts must be ascribed to a kidney lesion, secondary to the cardiac 
disease, and not to the chorea. The chorea of pregnancy, however, 
is frequently accompanied by albumin in the urine and this forms 
an important symptom in this condition, being a factor in the 
determination of the necessity of an artificially induced miscarriage. 

The limits of this paper do not permit an exhaustive discussion 
of this subject, but some remarks as to treatment will not be amiss. 

Principles of therapy here as in other diseases require that 
when an etiological factor which is amenable to treatment exists, 
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that factor should be recognized and remedied. As is well-known, 
we now class rheumatism among the infectious diseases, and the 
source of infection seems to be in the tonsils and nasopharynx. 
In cases of chorea that have a rheumatic history, the throat and 
nasopharynx should be carefully explored; if adenoids are found, 
they should be removed, and chronically enlarged tonsils should 
be ablated and treated. The bowels and stomach should be put in 
the best possible condition, and if worms are found in the stools, 
anthelmintics should be given. The anemia present in almost all 
of these cases should be treated with appropriate iron prepara- 
tions. The diet should be readily digestible, should contain very 
little meats, but should be rich in fats and carbohydrates, the lat- 
ter to be excluded, however, in those severe and rare cases in 
which sugar appears in the urine. The child should be put to bed 
in a quiet and darkened room for several hours in the afternoon 
and encouraged to sleep. It is absolutely necessary to keep such 
children at home from school, for even in the milder cases the sur- 
roundings and duties of the schoolroom are not conducive to the 
recovery of the patients. Most of these children sleep fairly well 
at night. The severe cases, however, do not, and hypnotics will 
sometimes be necessary. Such drugs as do not affect the heart 
are to be preferred for this purpose. I have recently used in chil- 
dren from two to five years old single or more grain doses of 
veronal with fairly uniform results. As far as the special drugs 
for the chorea are concerned in those cases in which there is a 
rheumatic and cardiac element, I place first the administration of 
the salicylate of soda. I use this drug in these cases, as I would 
use it in subacute and chronic rheumatism, in moderate doses 
given every five hours, and sufficient to produce a slight ringing 
in the ears. A subsequent dose is not to be given as long as the 
tinnitus lasts. In one of my cases in which marked chorea minor 
attacks alternated with attacks of rheumatic arthritis, the salicy- 
lates were equally efficacious in cutting short the attacks of chorea 
as well as the attacks of the rheumatism. I would recommend 
that in all cases in addition to the other remedies used the salicy- 
lates be given, and I am sure that in many cases with marked 
benefit, in some with wonderful curative effect. 

In every case tonic treatment should be used. This means prin- 
cipally iron and stomachic tonics. | must not forget in conclusion 
to remind you that in cases of endocarditis with chronic heart 
changes the treatment of these with the usual cardiac stimulants, 
such as digitalis, strophanthus, nitroglycerin and other well-known 
remedies, forms a necessary part of the therapy. 
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AN EXPERIMENT IN MEDICAL NOMENCLATURE 
INTRODUCING THE TERM: 


““cell examination 
for uterine cancer” 


The exfoliative cytological examination is called by some 
doctors the eytologie cervical test —by others the “Pap” smear 
test. In urging all women to have this test annually, we are 
calling it the cell examination for uterine cancer, 


Here are our reasons: 


Cytologic cervical test is a term which seems complicated to 
many women, 


“Pap” smear test is simple, but women we have talked to 
find the word “smear” unpleasant and disturbiny, and it may 
add to their anxieties about pelvic examinations, 


Public relations advisors say that broadcasters and editors 
will dislike “smear’’— and TV, radio and thé press will be essen- 
tial to the success of this educationa! project, 


We have considered other terms but have at last agreed on 
cell examination for uterine cancer as the term which simply 
and accurately describes the keystone of this vitally important 
program. 


This test can help sé:% thousands of women*each year. In 
many parts of the country it is becoming widely accepted as a 
part of a routine checkup. As fast as county medical] societies 
approve, our local Units will urgc women to go to their physi- 
Cians annually for a cell examination for uterine cancer. 
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OINTMENT 
persistent 


because it adheres longer to the skin areas being treated . . . does 
not liquefy ov crumble at body temperature, nor is it decomposed by 
secretions, perspiration, exudate, urine, or excrement. 

Non-sensitizing, non-irritant Desitin Ointment...rich in cod liver oil... has proven 
clinically dependable for over a quarter century in... diaper rash © eczemas 
Tubes of 1 0z., intertrigo © wounds (especially slow healing) 
external ulcers © perianal dermatitis 


Samples and reprints available from 
DESITIN CHEMICAL COMPANY provivence, r. 1. 
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